Anaphylactic shock after sensitization to gelatin
day on the ICU but she developed severe sepsis with Pseudomonas aeruginosa and died of multiorgan failure on postoperative day 4.
Post-mortem serum analysis from frozen probes established a high IgE titre in the plasma (7.19 kU litre 21 ) confirming the allergic background. From the clinical situation, the most likely diagnosis is IgE-mediated anaphylactic reaction to gelatin-based colloid. During general anaesthesia, the incidence of anaphylaxis is in the range of 1 in 2000 to 1 in 20 000 anaesthetics. 1 -4 The most frequently responsible medications for anaphylaxis are the neuromuscular blocking agents (.60%) and latex (15%) followed by colloids, hypnotic, antibiotics, and opioids. 5 6 The particularity of this case is the fact that the patient received the identical gelatin during the first operation about 60 days before the event without any reaction.
The most important complication of gelatin-based colloids is the possible allergic reaction.
2 Gelatin-based substances are known to create a sensitization. Nakayama and colleagues 7 observed that IgE antibodies to gelatin were detected in 93% of the patients with anaphylaxis during vaccination and that 98% of these patients had a previous vaccination with gelatin-containing vaccine. A cross-reaction between gelatin-containing vaccines and gelatin-based colloids is possible. 8 The time necessary for a sensitization to occur is still not elucidated but a minimum of 10-15 days seems to be necessary for a major anaphylactic reaction. 9 10 The severity of the reaction is not predictable.
This case emphasizes the need to be alert when administering colloids as their use can lead to severe and possibly fatal complications. The previous administration of the same substance does not guarantee that it will be safely tolerated again since sensitization can always occur. The rate and risk of sensitization to gelatin or other possible allergens is still not precisely known and should be further analysed. A case for routine tonometry to avoid postoperative visual loss
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Editor-Visual loss due to central retinal artery occlusion (CRAO) is a rare but devastating complication after cardiac, spine, and orthopaedic procedures. 1 Despite CRAO occurring commonly secondary to external globe compression, spontaneous occurrence of CRAO has also been reported. 2 We encountered a case of CRAO during a low-risk abdominal procedure, without anaemia and not requiring blood transfusion. An 81-yr-old man with a history of controlled open-angle glaucoma, macular degeneration, essential hypertension, and chronic renal disease underwent a laparoscopic nephrectomy and open ureterectomy for transitional cell carcinoma of the right ureter. During the procedure, the patient was positioned in the left semilateral decubitus position with kidney rest elevation and a 158 head-down tilt. Peak airway pressures were ,35 cm of water during the entire procedure. Pa CO 2 increased to 6.0-6.8 kPa during carbon dioxide insufflation. After 3 h, the surgeons elected to convert to an open procedure in the supine position. Mean arterial pressure was maintained within 20% of baseline. The blood loss was estimated to be 200 ml and the patient received 5000 ml of crystalloids. He underwent an uneventful recovery after extubation. At 23 h after operation, the patient noticed acute, painless loss of vision in the dependent eye. Preoperative haematocrit was 35% and on the morning after surgery was 29%. The ophthalmologist diagnosed CRAO based on an afferent pupillary defect and fundoscopic findings of attenuated arterioles, pale retina, and a cherry red spot. No emboli were seen in the retinal circulation. There were no obvious signs of external globe compression. Intraocular pressures (IOPs) were normal and equal in both eyes after operation. Topical travoprost drops and eyeball massage did not lead to improvement. Transthoracic echocardiogram, carotid duplex ultrasound, and temporal artery biopsy did not reveal an embolic or arteritic cause. Visual loss remained permanent with perception of hand motion from a distance of 60 cm at 1 yr follow-up.
The risk of intraoperative CRAO is 1.54/10 000, slightly higher compared with the non-operative CRAO risk of 1/10 000. Despite not receiving transfusion, our patient's haematocrit did demonstrate a decrease of 6%.
In 70% of operative cases with CRAO, signs of trauma such as proptosis, corneal abrasion, hyphaema, and bruising have been reported. 4 Our patient had a mild chemosis in the post-anaesthesia care unit (PACU). Involvement of the dependent eye might suggest a watershed-type lesion. When the ocular perfusion pressure decreases, there is a compensatory increase in IOP or central venous pressure. Low ocular perfusion pressure is yet another reason for CRAO. IOP increase has been shown to occur with hypercapnia, laparoscopy, head down, and dependent eye position. 5 -7 Normal IOP in the PACU may not be of relevance in the prevention of CRAO. In our case, CRAO occurred after nephrectomy in the lateral decubitus position. Earlier detection may have been facilitated by routine intraoperative tonometry in selected patients who may be at risk for CRAO. What may need to be considered in the future is the role for routine intraoperative checking of IOP in selected patients.
